Introduction
In 1964, Moncrieff et al. recorded a normal range for the level of lead in blood as 24 [.g%±4 '9 tg %, with an upper limit of normal of 36 ug %. There has been discussion ever since as to the level of blood lead which denotes poisoning. A blood lead level of 80 Lg % was designated as a toxic level for children, requiring urgent and immediate treatment (U.S. Surgeon General, 1971) . Barltrop (1971) (1973) have shown a significant correlation between haemoglobin levels and blood lead concentrations in the range 37-60 Vg%; levels which were previously accepted as harmless.
Incidence of lead intoxication in Great Britain
There is very little information on which to base an accurate estimate of lead intoxication in this country. Table 1 shows the incidence of deaths from acute encephalopathy (Registrar General), and the (Barltrop, 1969; Lin-Fu, 1973 ). Kostial, Simonovic and Pisonic (1971) showed that the uptake of lead from the intestine of suckling rats was fifty times that of the adult rat. Balance studies on eight healthy children aged 3 months to 8. years showed an apparent absorption of 53 % of the lead in the diet, 18% of which was retained (Alexander, Delves and Clayton, 1973) .
From their experiments on rats, Six and Goyer (1972) concluded that an iron-deficient diet potentiated the effect of lead on this animal. Iron deficiency is common in the children at greatest risk from lead poisoning and may thus be a contributory factor.
These same workers (Six and Goyer, 1970 ) also showed a similar potentiation for the toxic effects of lead by a calcium-deficient diet. In particular, calcium deficiency increased the proportion of lead in the soft tissues. Again these results are probably applicable to children. Residents in soft water areas have a higher tissue lead than those in hard water areas (Crawford and Clayton, 1973) . The death of a child with typical lead encephalopathy was reported at a blood lead level of only 111 ig %. Figure 1 shows the X-ray of the child's bones which were compatible with severe rickets (Alexander and Delves, 1972) .
As blood levels between 37 and 60 ,tg % have been correlated with pathological effects in the blood, it it logical to assume that lead also has an effect at these levels upon the brain and its development. David, Clark and Voeller (1972) 
Management
The most important part of the management of a child with lead intoxication is to separate the child from the source of lead. A combination of dimercaprol and E.D.T.A. given parenterally, as described by Chisolm (1968) , is required for the urgent treatment of lead poisoning. Oral d-penicillamine is now well established as the treatment of choice either as a supplement to this chelation therapy (Chisolm, 1968) or alone for chronic lead intoxication (Vitale et al., 1973) . Apart from mild eosinophilia, no side effects were observed in the treatment of eight asymptomatic children over a two-month period (Vitale et al., 1973) .
